Medical Memoranda
High Serum Acid Phosphatase Values in a Case of Lymphoblastic Leukaemia British Medicaljournal, 1970, 4, 537-538 In a patient with acute lymphoblastic leukaemia and a greatly increased serum acid nitrophenylphosphatase activity, as measured with the Sigma procedure (Sigma Technical Bulletin No. 104, revised August 1961), disappearance of blast cells from the bone marrow and the blood after chemotherapy was followed by the return of serum acid phosphatase levels to normal. Relapse was again accompanied by a rise in enzyme levels.
CASE HISTORY
A 55-year-old man was referred to the Institut Jules Bordet in September 1965 because of right cervical and axillary masses of three months' duration. Physical examination showed several firm, non-tender cervical and axillary lymph nodes measuring 3-5 cm. Haemoglobin was 12 g./100 ml., and white cell count 4,900 with a normal differential; platelets were 102,000/mm3., and bone marrow showed 4% lymphoblasts. Biopsy of an axillary lymph node showed lymphoblastic lymphosarcoma. Radiotherapy to the right cervical and axillary areas was followed by complete disappearance of the enlarged lymph nodes.
In December several bilateral supraclavicular, axillary, and inguinal nodes varying from 0.5 to 3 cm. in diameter were found. Palpation of the sternum was painful. The lower edge of the spleen was felt 8 cm. below the left costal margin. Rectal examination showed a normal prostate. The haemoglobin was 9 g./100 ml., the white cell count 20,000 with 51% blasts, and the platelet count 72,000/mm.3 The blood leucocyte alkaline phosphatase score was 118/100 cells. Sternal bone marrow aspiration yielded 58%, blasts. Serum alkaline phosphatase was normal at 1.6 Sigma units, but the acid phosphatase values were repeatedly between 4 and 8 Sigma units, this activity being inhibited by the addition of L-tartrate.
Intravenous administration of 160 mg. of methylprednisolone daily for three weeks produced no beneficial effect. The treatment was discontinued because of gastric bleeding. Vincristine in doses of 1-5 mg. was given intravenously at weekly intervals. Within five days after the first injection the blasts in the peripheral blood dropped from 60% to 2%, while the white cell count fell from 64,000 to 1,000. The spleen was no longer felt. The acid phosphatase level dropped to a normal value of 0.4 Sigma units/100 ml. of serum. For two months no blasts or other immature cells were found in the blood or in the bone marrow, and the serum acid phosphatase values remained normal (see Chart).
Early in April 1966 the spleen was again palpable. The white cell count was 3,700 with 170 blasts and the platelet count was 60,000. Bone marrow examination revealed 5-5°' blasts. The serum acid phosphatase was found to be raised again at 2 Sigma units. The dosage of vincristine was increased to 3.5 mg. weekly, and methylprednisolone 180 mg. daily was administered for three weeks. The spleen had become impalpable, blasts in the peripheral blood and in the bone marrow dropped to 2 %, and the Bases, 1962) . The prostate was normal clinically and at post-mortem examination. Another cause of raised serum acid phosphatase is an extremely high level of alkaline phosphatase activity in the serum (Woodard, 1959) , some of which persists even at an acid pH. The alkaline phosphatase, however, was never found to be raised in our patient.
There are reports of high levels of serum acid phosphatase in patients with thrombocytopenia due to thrombolysis and of abnormally low levels of serum acid phosphatase in patients with thrombocytopenia due to defective production of platelets (Oski et al., 1963; Cooley and Cohen, 1967) . In our patient the high serum acid phosphatase levels were seen when megakaryocytes were absent from the bone marrow and platelets were deficient in the blood. Since high values of serum acid phosphatase were concomitant with the presence of splenomegaly, the enzyme activity may have originated in the spleen (Bases, 1962) . On phenylphosphate substrate the acid phosphatase of this organ is strongly inhibited by L-tartrate (Abul-Fadl and King, 1949) . Another possible origin of the serum acid phosphatase values during the periods of active leukaemia proliferation in this case is the leukaemic cell itself (Fishman et al., 1968 Journal, 1970, 4, 538 A case is described in which Southey's tubes were used to relieve local vulval oedema in order to achieve vaginal delivery. The patient had had a caesarean section three years previously for the same condition. It is suggested that the use of Southey's tubes be more extensively considered when the rapid relief of oedema is required. Research into the literature has failed to reveal any previous reference to the use of Southey's tubes in vulval oedema of pregnancy.
CASE REPORT A 17-year-old primigravida in her 37th week was admitted to hospital on 5 May 1967 with pre-eclampsia-B.P. 135/95, ankle oedema +, albuminuria +. Despite conventional treatment, on 22 May her B.P. was still unsettled and she developed some oedema of the vulva. The bed was raised, she was given diuretic therapy, and hydrocortisone was locally applied. The oedema progressed, however, until the labia on each side were about the size of an orange. At no stage was there evidence of vaginal infection. On 2 June the oedema was so gross and painful that neither vaginal examination nor delivery was possible. Caesarean section was therefore performed. By the time of her discharge on 21 June the B.P. was normal and the oedema had subsided.
On 28 March 1970 she was admitted to hospital again in her second pregnancy. By her dates, which were by no means certain, she was one week postmature, though the height of the fundus indicated maturity of about 36 weeks. She had presented once more with pre-eclampsia-B.P. 150/100, trace of albuminuria. At this stage there was no evidence of oedema.
On 30 March she was assessed vaginally for induction. The cervix was "unripe," and as the baby was "small" and she was uncertain of her dates it was decided to leave her for the time being. At this stage it was noticed that she had begun to develop some vulval oedema. Initially she was treated with bed rest and sedation. As there was no response, mild diuretics and local dressings of magnesium sulphate were tried, again to no avail. By 13 April the oedema was comparable to that present in 1967.
At 7 a.m. on 13 April her membranes ruptured spontaneously and she went into labour. Vaginal examination was impossible in view of the oedema. As labour was progressing normally, at 1 p.m. I inserted Southey's tubes into the vulva in the hope of obtaining vaginal delivery. The vulva drained well and at 5.40 p.m. the cervix was fully dilated. She delivered a live female infant vaginally at 6.20 p.m. weighing 7 lb. 6 oz. (3,345 g.) with the aid of a small episiotomy.
Her B.P. and vulval oedema settled well postpartum, and she was discharged with no residual signs or symptoms on 21 April..
COMMENT
The causes of vulval oedema, from a practical point of view, are the same as the causes of bilateral ankle oedema (Jeffcoate, 1962a )-namely, congestive heart failure, renal failure, abdominal tumours, ascites, anaemia, and malnutrition. In the pregnant woman by far the commonest cause is proeclampsia, and this may be so gross as to cause ballooning (Jeffcoate, 1962b ). In the case described here the oedema was, I believe, due to pre-eclampsia. It is interesting that in her second pregnancy the oedema was totally confined to the vulva.
White and Monks (1933) 
